Glutaredoxin 2 reduces asthma-like acute airway inflammation in mice
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Supplementary Figure 1: Scheme of the experimental treatment protocol for the induction of
allergic airway inflammation and treatment. Female Balb/c mice were treated as indicated.
Control mice received PBS i.p. as sham-sensitization and challenge by aerosol. All other mice were
exposed to ovalbumin (i.p. and aerosol). Recombinant proteins were administered (i.p.) before and in
parallel to the challenge phase as indicated. The analyses were performed at days 28 (in vivo lung
function analysis) and 29. Airway inflammation was confirmed by increased infiltration of
inflammatory cells, histological changes and decreased lung function. (n=10-16 in 2 experimental

series, with 5-8 animals per group)
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Supplementary Figure 2: Affinity purification of applied proteins. Recombinant proteins were
expressed as HisTag-fusion proteins in E. coli. Protein purification was performed using immobi-
lized metal affinity chromatography. Proteins of the lysate, flow through, wash fraction and elution
were separated by SDS-Page and stained with coomassie to verify the purifications of Thioredoxin
1 (Trx1), Peroxiredoxin 2 (Prx2), Glutaredoxin 1 (Grx1) and 2 (Grx2) and the mutant Grx2 C40S.

Sizes of the monomeric proteins are indicated.
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Supplementary Figure 3: Lung sections were analyzed with hematoxilin and eosin (H&E) and

the periodic acid-schiff (PAS) method. Representative photomicrographs show a marked

reduction of club cell formation in Trx1, Grx2 and Grx2 C40S-treated mice compared to OVA-

treated animals. Original magnification x400.



